Introduction
It has been well established that the myocardiocytes of the cardiac atria produce the hormone atnial natniuretic peptide (ANP). The main circulating form of ANP consists of 28 amino acids and is stored, mainly in its precursor form of 126 amino acids, within the specific cytoplasmic granules of atnial myocardiocytes (1-9). Atrial wall distension is the most well-documented stimulant for atnial ANP synthesis and release (10) (11) (12) (13) (14) (15) . ANP is also present in fetal and neonatal ventricles (16) (17) (18) . However, in the ventricles of normal adult mammals its concentration is very low and is often undetectable by immunocytochemistry (9, (19) (20) (21) (22) . With the use of radioimmunoassay, ventricular ANP immunoreactivities detected were approximately 100 times less than that detected from the atria (23).
ANP production by the ventricular myocardiocytes has been shown to cause an increase in ventricular overload and hypertrophy (17, 19, 20, 22, 24, 25) sucrose. After dehydration in graded alcohols and xylene, they were embedded in paraffin and made into paraffin blocks. Five-tm thick consecuiive sections were cut. After dc-waxing, two sections from each sample were stained with hematoxylin and eosin (H&E) and the rest were processed for immunocytochemistry.
Two polyclonal antisera purchased from Peninsula Laboratories (Belmont, CA) were used. One was raised against a portion of the proANP (amino acids 56-92) and the other against the 28 amino acid peptide of alpha-ANP(amino acids , which is the C-terminal end ofthe proANP. The antiserum to alpha-ANP also recognizes proANP, but not vice versa. For light microscopic immunocytochemistry, the avidin-biotin-peroxidase complex (ABC) method (32) was employed, with modification (33). The primary antibodies were diluted 1:2000 in PBS and incubated overnight at room temperature. The slides were then washed three times for 5 mm each in PBS. Modification was made by applying freshly prepared primary antisera, diluted 1:2000, for a second time to each slide and incubation for another 10 hr at room temperature. The procedure was then followed as described previously (i9,20) .
The peroxidase labeling was visualized using 3,3'-diaminobenzidine (0.5 mg/mI) as the chromogen and H202 (0.0006%).
The slides were countenstained with hematoxylin. The controls for the immunocytochemistry included the use of normal rabbit serum instead of the primary antibody, omission of the primary antibody, and the preabsorption test.
The latter was carried out with an overnight incubation of the alpha-ANP and proANP antisera with corresponding antigens (10 nmol/ml ofdiluted antiserum) before immunostaining. The antiserum raised against the proANP was also incubated with the C-terminal peptide antigen, alpha-ANP, and vice versa to check the crossreactivity ofthe two antisera. , :
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:.,*, I : . . the Golgi complex which presumably represents the unpackaged ANP prior to its storage in the granules (19, 20) .
In the pacemaking cells of the nodes, the transitional cells of the atrium, and the Punkinje cells of the ventricles, as well as in the ventricles of fetal and neonatal mammals, only a small number of specific granules are present.
In these cells, it has been suggested that ANP is also regulated through a constitutive pathway in which it is synthesized and released instantly without being stored in granules (44) (45) (46) . In this study the distribution pattern for ANP immunoreactivity in the peniartenial myocardiocytes is similar to that seen in the atnia, i.e., the strongest immunostaining was around the nuclear region. Therefore, it is likely that in these cells ANP is also stored in the specific granules that belong to the regulated type. However, a definite answer awaits further investigation with immunoelectron microscopy. for ANP synthesis and release in both the atnia and the ventricles is a change in intracardiac pressure (10) (11) (12) (13) (14) (15) 19, 20, 22, 24, 25 
